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Abstract:    Along with the increasing air pollution, more and more studies indicated that PM2.5 plays an im-
portant role in Alzheimer’s disease (AD). In this review, we described current knowledge on the relationship 
between PM2.5 and AD, including how PM2.5 affects the pathological markers, inflammatory responses, and 
brain development in AD progression. Although the mechanism remains unclear, the increased AD markers, 
inflammatory responses and oxidative damage probably cause the AD development. The new directions for 
AD prevention and therapy were also pointed out.



















































早发型AD(early-onset AD, EOAD)和晚发型AD 
(late-onset AD, LOAD)[6]。早发型AD占总AD患者
人数较少，约为5%，主要是由于三个基因突变所
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